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paraformaldehyde in 0.1M phosphate buffered 
saline（PBS）にて12分間固定し，PBSで洗
浄（3分を5回），3% bovine serum albumin in 
PBSで一晩ブロッキング処理した。ブロッキ
ング後PBSで洗浄し（3分を5回），一次抗体







































































T7d群の面積と比べ有意に小さかった。＊p＜0.05 vs. Immediately after TS，†p＜0.05 vs. T7d.（B）筋線維あたりの筋線維核
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The increase in the number of myonuclei involved myogenic satellite cells is important in the 
mechanism of facilitating recovery from atrophied muscle by exercise training.  However, it has 
not been elucidated in detail.  We hypothesized that muscle damage and inflammatory response are 
involved to the increase of myonuclei due to exercise training.  To clarify this hypothesis, the stand-
up training was applied to the mice after two weeks of tail suspension, and we histologicaly analyzed 
the occurrence of injured myofibers and macrophage aggregation.  As a result, with EBD labeling 
of muscle on 2 days independent of training, the injured myofibers were observed prior to the 
increase of myonuclei.  Moreover, macrophage aggregation was observed in the muscle on 2―3 days 
independent of training.  However, inflammatory responses also observed in the mice fed without 
training after tail suspension.  Therefore, the inflammatory responses seem to be not specifically 
occurred on the facilitating recovery phase of muscle atrophy by exercise training.
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